There is abundant evidence that the height of an individual's systemic arterial pressure is related, in a graded way, to his chances of developing ischaemic heart disease or cerebrovascular disease. 
There is abundant evidence that the height of an individual's systemic arterial pressure is related, in a graded way, to his chances of developing ischaemic heart disease or cerebrovascular disease. The way in which the link operates in respect of coronary disease is not yet known, and further evidence is required before we can accept that the hypertension is necessarily a direct causalfactor rather than a marker of some feature in the individual's make-up which is itself linked to the onset of arterial thrombosis (the 'series' or 'parallel' wiring dilemma). In respect of haemorrhagic stroke not only have we a link but we also have a mechanism of action plus evidence that pressure reduction can modify the risk. We have a 'series' wired circuit, and the problem now facing us is to acquire the wisdom which will allow us to decide when to seek out hypertension and what we should do when we find it.
The measurement of systemic arterial pressure is one of the few simple yet quantitative assessments of the cardiovascular system which can be made in our day-to-day clinical practice. The adverse effects of significantly raised pressure levels were recognized within a few decades of the development of reliable methods for measuring arterial pressure, and by 1913 Janeway was already pointing out that high arterial pressure can kill or disable because of its effects on the heart and arteries.
In view of the major contribution made by vascular disease to the death rate in countries such as our own (Table i) (Fulton, Julian, and Oliver, I969) , So no pressure recordings may be made before death. The blood pressure levels of the available survivors must therefore be used for analysis, and these may be quite unrepresentative. Second, the infarction itself may modify the subsequent blood pressure pattern, and levels which bear no relation to those which antedated the episode may therefore be used for analysis. These problems are inherent in any retrospective study where one waits for infarction to occur and only then measures blood pressure. The alternative method is to assess the level of blood pressure in a large population sample and then sit back and wait until some of the group develop manifestations of coronary disease. This prospective approach was used in the Framingham survey, and we are perpetually indebted to the pioneer workers who organized this study, for their results provided areas of solid fact where hitherto we had been floundering in a swamp of speculation. The Framingham group (Kagan et al., I962) showed that the risk of developing coronary heart disease in an eight-year survey period was directly correlated with the systolic and diastolic pressure levels on initial entry to the study ( (Kagan et al., I962.) Two crucial points emerge from these results: firstly, that these pressures were recorded in a routine or 'casual' way and it is pointless therefore to plead that a patient with elevated pressure levels can be ignored because the readings were made under the stress of a clinic visit. Casual pressure levels clearly are of significance, and it is quite foolish to place a patient in bed for several days, often under sedation, in order to demonstrate that his pressure can fall to levels which are more acceptable to the physician. Such pressure reductions can occur during sleep in subjects with extremely high casual pressures (Richardson et al., i964) , and should not lull the observer into a false sense of security, for it is the casual pressure which is so clearly linked to mortality experience. The second point to emerge from the Franingham data is the smooth gradation of risk as pressure increases; this reinforces the point made so cogently by Pickering in his many contributions to this field (Pickering, I96I) that blood pressure is a quantity: the more of it you have, the more you are at risk. There is clearly no magic dividing line between normotension and hypertension, and this accords with the vast experience accumulated by the life insurance companies (Table 3 ). The figures show that even at these modest levels of pressure, risk is proportional to the height of pressure.
We must constantly bear in mind that correlation does not imply causation; there are two wiring diagrams for our proposed circuit (Table 4) . If hypertension is in series with coronary disease, then modifying the pressure level will modify an individual's infarctionproneness; if, however, hypertension is a reflection of the possession of some other factor which itself produces infarction, so that the wiring diagram is in parallel, then pressurereduction cannot alter the infarction pattern. This is amenable to testing, and though the long-term studies carried out under the auspices of the Veterans Administration (Freis, I967) suggest that hypotensive agents can reduce the death rate from cardiac infarction this has not been the experience of other workers (Breckenridge, Dollery, and Parry, 1970 Of interest to us in our present task is that raised arterial pressure, and left ventricular enlargement on radiography were more common in young 'no-college' men than in 'college' men. Further probing revealed just how multifactorial is the background to the whole situation. Thus 'no-college' men are clearly different from 'college' men in many ways over and above their arterial pressure levels (they smoke more, they are more often obese, and they are less physically active). Not only are they different, but their relatives are also Table 3 can be demonstrated (Table 5 ). Once again we see the steady gradation of risk with rising pressure levels and the substantial contribu- There is abundant evidence that hypertension is more closely correlated with cerebral haemorrhage than with cerebral infarction (ranging from the 'hardness' of the pulse in apoplexy noted by Wepfer in I724 to the classic studies of Aring and Merritt in 1935) . What has been debated over the years is the way in which this relation arises and the nature of the process by which primary intracerebral haemorrhage arises. In i868 Charcot and Bouchard showed that the small intracerebral arteries in patients with cerebral haemorrhage bore saccular aneurysms of 250-400 microns diameter. Subsequent workers claimed that these were artefacts or that they were the consequence of the haemorrhage rather than its cause. Two recent studies have served to support Charcot and Bouchard's original view. Russell (i963) adapted to the cerebral circulation the technique which Schwartz and I had used for the coronary tree and in 54 brains was able to show considerable numbers of microaneurysms particularly in the basal ganglia, where, of course, primary cerebral bleeding so commonly occurs. He found a close relation between aneurysm-prevalence and blood pressure level (Table 6 ). Cole and Yates (I967) made a more detailed study of these microaneurysms and showed that their distribution closely paralleled the sites of election of primary intracerebral bleeding (of 200 brains examined 53 had hemisphere lesions, I5 had brain stem lesions, and 4 had cerebellar lesions). They also found a close relationship between aneurysm prevalence and blood pressure level (Table 7) .
As 
